contributed to cancer cell growth, invasion and metastasis (Guo et al. 2011; Lock et al. 71 2014). In contrast, plenty of studies suggested that inhibition of autophagy promoted 72 the development of lung and liver cancers (Qu et al. 2003; Yue et al. 2003) . Recent 73 research found that modified regular ginseng extract (containing Rh2, Rg3, C-K and 74 protopanaxatriol type) could induce autophagy in lung cancer cells (Yoo et al. 2017) .
75
In addition, C-K has been confirmed to induce autophagy and apoptosis in colon 76 cancer cells and melanoma (Kang et al. 2014; Kim et al. 2013) . In lung cancer cells, 77 whether C-K can induce autophagy and its role in apoptosis has not been determined.
78
In the present study, for the first time, we investigated the role of C-K in the Chinese Academy of Sciences and cultured in DMEM (Gibco, USA) containing 10% 90 fetal bovine serum (Hyclone, USA) in a humidified incubator with 5% CO 2 at 37 ℃.
91
A549 and H1975 cells were pre-treated with or without 2 mM 3-MA for 3 h, 10 μM 92 compound C for 1 h, 20 μM SP600125 for 1 h, and then treated with various 93 concentrations of C-K for 24 h.
94

MTT assay
95
MTT assay was performed to determine cell proliferation. A549 and H1975 cells 96 (4 × 10 3 per well) were seeded into 96-well plates and received different treatments, 97 with five replicates. Then cells were incubated with 0.5 mg/ml MTT for 4 h at 37 ℃.
98
After discarding the supernatant, 150 μl DMSO was added into each well. The 99 absorbance at 570 nm was detected by a microplate reader (Bio-Tek, USA). 
Results
148
C-K inhibited proliferation and induced apoptosis of NSCLC cells.
149
As shown in Fig. 1(B) , the proliferation of A549 and H1975 cells was restrained by The above results indicated that autophagy was induced by C-K in NSCLC cells. reduced apoptosis rate when compared with C-K treatment group. Therefore, we 244 could draw a conclusion that C-K induced autophagic cell death in NSCLC cells.
245
To further elucidate the regulatory mechanisms of C-K in autophagy, we focused density of the protein bands was quantified (n=3). All data were presented as means 463 ± SD. *P < 0.05,**P < 0.01, ***P < 0.001, versus the control group. # P < 0.05, ## P 464 <0.01, ### P < 0.001, versus the C-K group. LC3I/II were assessed by western blot assay. β-actin was used as a loading control.
476
(I-K) The relative optical density of the protein bands was quantified (n=3). All data 477 were presented as means ± SD. *P < 0.05,**P < 0.01, ***P < 0.001, versus the 478 control group. # P < 0.05, ## P <0.01, versus the C-K group. 
